The anatomic findings (figures 1-6) demonstrate the different relations between the ventral spinal cord veins and the pial network with the leptomeninges of the cord. The ventral veins are subpial buried in the depths of the ventral fissure; the pial network is located in the subarachnoid space.
The anatomic findings (figures 1-6) demonstrate the different relations between the ventral spinal cord veins and the pial network with the leptomeninges of the cord. The ventral veins are subpial buried in the depths of the ventral fissure; the pial network is located in the subarachnoid space.
The visibility of the spinal veins therefore depends on the group of veins recruited to drain an arteriovenous shunt. The few cases reported with "occult" MRI examinations and AV shunts secondarily demonstrated by angiography (figures 7 and 8) illustrate this difference. Slow flow lesions draining predominantly into the ventral vein of the cord may be unseen on MRI (figure 8).
The ventral vein being in the depths of the ventral sulcus cannot be seen with myelographic type of sequences. On the contary, any lesion draining predominantly into the pial network and particularly the posterior group, are expected to be demonstrated on myelographic sequences. Normally enlarged pial veins are in fact subarachnoid and can therefore be seen without pathological significance. shunts expresses an unknown property of these veins. It seems that there is no haemorrhagic venous infarction as a consequence of subarachnoid venous congestion. Instead, the subpial congestion resulting from ventral spinal cord vein involvement can lead to manifestations similar to those observed with dural or intracranial pial lesions.
The linea splendens may represent ventrally a protective barrier to the congestion provoked by a spinal dural shunt and involve only the subarachnoid network. Further observations both anatomic and hemodynamic are needed to fully understand the physiopathology of spinal AV shunts and their clinical expressions. Ignorance of the venous patterns and absence of venous analysis of spinal cord angiograms still limit discussions on spinal cord ischemia to the arterial causes.
